Previous authors have considered that allergy to certain foodstuffs may play an important role in the aetiology of ulcerative colitis, but immunological evidence for dietary allergy in ulcerative colitis is inconclusive. A study is reported of 22 patients with ulcerative colitis, with matched controls, in whom total serum IgE and specific IgE to certain foodstuffs have been estimated by the Phadebas PRIST and RAST (Pharmacia) techniques. Allergens tested were egg-white, milk, wheat, rye, oat, fish (cod) and peanut. There was no significant difference in the total serum IgE levels and the food specific IgE activity between the two groups.
Introduction
Food allergy has been implicated in the pathogenesis of many disorders, including asthma, eczema and recently migraine (Monro et al. 1980) . Since some patients with ulcerative colitis show a favourable response to disodium cromoglycate (Heatley, Calcraft et al. 1975) and have high tissue IgE levels in their rectal mucosa ), a possible Type I allergic reaction has been suggested in its pathogenesis.
This paper reports the study of 22 patients with ulcerative colitis in whom the total serum IgE and allergen specific IgE to certain foodstuffs have been estimated.
Patients and methods
Twenty-two consecutive patients with ulcerative colitis were studied. There were nine men and 13 women aged between 22 and 70 years (mean 43.2 years). Diagnosis of ulcerative colitis was made on clinical grounds, sigmoidoscopic appearance and rectal histology, with extent of disease assessed by barium enema examination. All patients were receiving sulphasalazine in a dose of 2-3 g/day, except for one who was on no therapy.
The disease process was adjudged to be quiescent in 17 patients and active in 5. Five patients had total colon involvement and 13 had between half to one-third distal colon involvement. The remaining 4 patients had disease confined to the rectosigmoid region. Duration of disease ranged from one year to 16 years (mean 7.9 years).
This group of patients was compared with matched controls undergoing elective surgery. None of the control patients had a history of bowel disturbance. In the control group there were nine men and 13 women aged 24--75 years (mean 49.6 years).
Total serum IgE was measured by the Phadebas IgE PRIST (Pharmacia) method as described by Kjellman et al. (1976) Allergen specific IgE was measured by the Phadebas RAST (Pharmacia) technique. This is a solid phase, sandwich radioimmunoassay as described by Wide et al. (1967) . The test is semiquantitative and the titres of all allergen specific IgE sera are interpolated from a birch poIlen reference system and reported RAST scores of 0, I, 2, 3, and 4. All scores of 2 or more are interpreted as significant. Allergens tested were egg white, milk, wheat, rye, oat, fish (cod) and peanut.
Results
Total serum IgE results ranged from 3 to 198 u/ml (mean 42 u/ml). All but one (198 u/ml) fell within two standard deviations of the manufacturer's quoted norm (mean 14 u/rnl plus 2 s.d. = 120 u/ml) and this patient had a significantly positive specific IgE result to house dust mite. All the results of the serum allergen specific IgE levels scored 0-1 which is not significant. In the control group, total serum IgE ranged from 0-109 u/ml (mean 25 u/rnl) and all the allergen specific IgE scores were 0-1 (i.e, negative).
Discussion
In 1925, Andresen claimed that some cases of ulcerative colitis might be due to an allergic reaction to milk. Based on patients' clinical improvement with various withdrawal diets and relapse with reintroduction, he concluded that, in addition to cows milk, wheat, eggs and fish may also be important. Wright & Truelove (1965) showed that some patients on a milk-free diet had significantly fewer relapses than those on a control diet, and some relapsed when milk was reintroduced. It is not clear whether the harmful effect of milk on some patients is due to a true milk allergy or related to secondary lactose intolerance.
Immunological evidence for dietary allergy in ulcerative colitis is conflicting. There is evidence of a genetic predisposition to ulcerative colitis (Singer et al. 1971 , Binder et al. 1966 and atopic disorders have been reported to be more common (Hammer et al. 1968) .There was only one atopic patient in the present study.
Other indirect evidence includes an increase in the mast cell population of the lamina propria (Lloyd et al. 1975) , an increase in the number of IgE producing cells in the rectal mucosa ) and a clinical response to disodium cromoglycate (Heatley, Calcraft et al. 1975 , Mani et al. 1976 .
Attempts to obtain immunological evidence for dietary allergy in ulcerative colitis have been unsuccessful. Kraft et al. (1968) found normal total serum immunoglobulin levels in patients with ulcerative colitis, and IgE antibodies to milk protein using the red cell linked antigen-antiglobulin test have also been inconclusive (Jewell & Truelove 1972a) . Skin testing with purified milk proteins and other dietary antigens in ulcerative colitis has been essentially negative (Jewell & Truelove I972b) ;
The findings in the present study of normal serum allergen specific IgE levels in patients with ulcerative colitis suggest that Type I allergy to these dietary proteins does not playa significant part in the pathogenesis of this condition.
